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Table 1 Laboratory Data on Admission

<CBC> <Infection >

WBC 12990 /mm3 | HBs-Ag (+)
RBC 272x10* /mm3 | HBs-Ab (=)

Hb 8.3 g/dl HBe-Ag (=)
HCT 264 % HBe-Ab (+)
PLT 151 x10* /mm3 | HBc-Ab (+)

< Biochemistry > HCV-Ab (=)

TP 59 g/dl < Tumor markers>

Alb 4.2 g/dl AFP 2.0 ng/ml
T-bil 0.5 mg/dl | AFP-L3 0 %
AST 33 IU/L | PIVKA-IT 150 mAU/ml
ALT 23 1U/L | CEA 706.7 ng/ml
ALP 665 TU/L | CA19-9 > 12,000 U/ml
< Coagulation and Liver

function test>

PT 1084 %

HPT 119.8 %

ICG-R15 119 %

Fig. 1 Enhanced computed tomography. Enhanced
computed tomography revealed a large tumor as a
low density mass in the hepatic right lobe and seg-
ment 4 in the portal phase. The right portal

branch was involved by a main tumor.

%Y 4 VA< —% —I3HBs-Ag (+), HBs-Ab
(=), HBe-Ag (—), HBe-Ab (+), HBc-Ab
(+), HCV-Ab (-) TH - 72, WFHEFEZ Child-
Pugh Grade A (5 &), WFREE A TH - 7.

MR —IRA A A X8 & H O P
AR B SR DS B & O a — #B4 ANRAE S
% 11.0x85cm @ w4 % iR 72,
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Fig. 2 Computed tomography during arterial
portography. Computed tomography during arte-
rial portography showed a large perfusion defect

appearing in the hepatic right lobe and segment 4.

JEERERS CT © IFAZES S IF P X 812 FE A4
TR, B TR OIS % (R AE L %% 28
LA —1THEE SN D 10.0 X 9.0cm Ko JFE
B Ro7z (Fig. 1), IFMEIT/N) Y& E 2
LNLEERI% 1RO 72A, MR LY > SEilfi
BOMREEZ NG hoTz.

CT arterial portography : FFA3ED 5 T AN X
B2 b 72 % IE#iPH 7 perfusin defect % #2872, P5
WIS X A efELRo7: (Fig.2). P6B X
U* P8 14 perfusin defect Nz Hill ¢ 2T R TH -
7278, ORI O % B 7-.

W5 MRI : A 3E12 10.0 X 9.0cm D NERAYY —
7o NI % 5200, KERAE T1 SR % TIRE =5, T2
SEE R CTRVERE S 2R L, BRI N
EOWAE & Bz, S5/6 JBMNC T1 SRR Mm% T
55, T2 MNHE TR VERB T2 2350 %2R
I, 2V, S L ek #iams ke E 2
b7z,

Superparamagnetic iron oxide-enhanced MRI
(LAF, SPIO-MRD) : Jf 45 %12 10.0 X 9.0cm K
SPIO OHLY JAKD 72 W IFIES; % 728 72 (Fig. 3).

JE RIS A - A B AR 1 1 P RS Bl AR 70
540 L, HiMZ avascular area % PRV IDFgRATE
W NBLMES R E AR ICRD . ZEEBIR
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Fig. 3 SPIO-MRI. A large tumor in the hepatic
right lobe and segment 4 was detected by SPIO-
MRIL

5o L7z e NP BhAR, ARIFEDAR 2> & 430k L 72 iF
BYIRA> S I INEFFIR G 2 RO Lo 72,

EESHALE B X ORISR ¢ R
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Vb6, ICC, AT, MBS TR 2 &
MNEZLNT.
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ZON7z. —Hy 5L, IR + AR
DN, THEARRE R OME RIS X Y
PEER L 72 3R 2 o T 2185 R TH D,
WIRGEHCTIIHENFER L L. TW(-), Fc

Fig. 4 Macroscopic findings. The cut surface of the
liver specimen showed a white and elastic hard
tumor. The size of the tumor was 11.0x9.0x6.0
cm in diameter.

(=), St (=) TH-7: (Fig.4).

I FRARAR = MO AR A AT WL« T PIRAE o PAJE L A
3 % A N3 F B o cholangiocarcinoma & 2 W
N, FLBEIRICHE L 72 well differentiated adeno-
carcinoma, eg, fc(—), sf(=), s0, nl, vp0,
vv0, va0, b3, im0 T& o 7- (Fig. 5A~C). —iB
THRIERBERFME 7Y v v FH O BRI
%372 (Fig.5B). Nol2b, 12p, 12c U ¥ /%
HICHRR 2 R 72, IR SR o5 ARk 1R
=M% 72 (Fig. 5C). P OFENIRFZ TILR L
TBETH o 72 IR ORI BT KO BT
RTHo7.

M FEM - 57 1 H H 2 T-bil 6.2mg/dl (InD-
bil 3.3mg/dl) & —#MEIZ EH L7228, FoBiE4
W T-hil DR T 278072, MitE3HHICFL—
YERER L itk 4 HH A SROEIE G L
7o, WERE RIS TR I3 HHICEREE 2o
7z.

z =

AFEBNIIF A BEAFAET 5 ER R R = &
L, ZOREIFENIE L Z0FN O H#
MWIZKELZBENREFERICCLEEZ LN
(Fig.6A, B). KEFD X H IZIHENKBFTH D
ICCOFEREFICENTDH AH. 2002 4£~2003
SEORER % SRR U 72486 17 01 4 B EUFE M T 18 B
BRI X UL, ICC @ 9 BAVEHIIBR A AT
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Fig. 5 A : Papillary growth of cholangiocarcinoma.
Well differentiated adenocarcinoma spreading
along the intrahepatic bile ducts. T; tumor, St;stro-
mal tissue. (H.E.x200) B: Stromal invasion of the
tumor. T ; tumor, St ; stromal tissue, * ; tumor in-
vasion to the stromal tissue. (H.E.x20) C:Tumor
invasion for the gallbladder. Mc; mucosa, Mp; mus-
cularis propria, A ; adventitia, W1 ; A whole layer
of the gallbladder, Ti ; tumor invasion to the gall-
bladder (H.E.x40)

B
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Fig. 6 A : Scheme of tumor location and vessels of
the liver. PV ; portal vein, P5 ; a portal branch for
subsegment 5, P8 ; a portal branch for subsegment
8, Post ; a posterior branch from right portal bran-
ch, RHA ; right hepatic artery, LHA ; left hepatic
artery, SMA ; superior mesenteric artery, LGA
left gastric artery, RHV ; right hepatic vein, MHV ;
middle hepatic vein, LHV ; left hepatic vein, GB ;
gallbladder. B : Scheme of tumor invasion, tumor

thrombus in the right hepatic duct and related
changes.

MHV LRV

LHA from LGA

Cystic lesions RHA from SMA

B

Dilatation of numerous
peripheral intrahepatic =~ RHV MHV LRV
bile ducts

Tumor thrombus in
right hepatic duct

Tumor invasion to GB

Cystic lesions

E A7z 362 B > PR 55 H0 C U A TR T 235
(64.9%), MR 34 (93%) B, MHENREE
R 13(35%) Bl TH 72", ICC DHTHHENTE
BFENZIEMENTH 72, Yeh 53 ICC %0
BB R ICC 72 1 & BN N 38 F R ICC 108
Bl 2 BEZ TR L, IR NFEE R ICC I3 F 2,
BIUOHEZELRTWVWERELTWED, KiE
BT SR THRGE LTz, TS <k
ICC & % WIXIRATUIE R b % 2 b7z, CEA
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X O"PIVKA-II (3 L ¥EfELL T TH 5 B ICC
OWREEI BV EEZ SNz T2, REROE
5 CT % MRI Claiifg b, FFEXIEIZB W T
FRATRR AN ik LIRS O FRIIRE L % 520 5
n, PREREREE D ENZICE TN ThE
TICHHE BRI NG & 85 A3 IR 722 1CC o s 1
DH Y, MATENZWCELLEND L. —F,
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(Fig. 6B).
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I F8HE L 72 I N3 8 ICC o #6111 3
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KTH o7 P B2 OIEBNIIF S2 ITHEDHE
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T8Nz, KA o» oG BT ST ITHED AR
L, RIRESHIFA SRR B X OHIBE G B
AEAT SNz AIERTIZIRZE O EREITHTIX IR T
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IR 2 B L e d o 72, IR IX IS
T CIE#EIC R ATW 2720 (Fig. 6A, B), LK
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A Large Intrahepatic Cholangiocarcinoma of Intraductal Growth Type with Invasion to the Stroma and
the Gallbladder in Hepatitis B Virus Carrier—A Case Report

Seiji Maruyama”, Takashi Nishizaki”, Hideki Ijichi”, Takahiro Terashi”,
Rinsyun Shimabukuro”, Shunji Takechi”, Kouji Joko”, Shinji Yoshioka?,
Shigetoshi Murata® and Yumi Ohshiro”
Department of Surgery”, Center for Liver and Biliary Diseases”, Department of Radiology® and
Department of Pathology”, Matsuyama Red Cross Hospital

A 47-year-old woman, a hepatitis B virus (HBV) carrier, with a large right hepatic lobe tumor detected by ul-
trasonography during routine HBV follow-up was found in enhanced computed tomography (CT) and super-
paramagnetic iron oxide-enhanced magnetic resonance imaging (SPIO-MRI) to have a tumor 10.0 X 9.0cm in
diameter in the right hepatic lobe and segment 4. CEA was 706.7ng/ml and CA19-9 was >12,000U/ml. Preop-
erative differential diagnoses included intrahepatic cholangiocarcinoma (ICC), combined hepatocellular and
cholangiocarcinoma, and bile duct cystadenocarcinoma of the liver. Preoperative radiological examination
showed no apparent distant metastasis. Preoperative liver function tests showed Child-Pugh Grade A, so we
conducted right hepatic trisegmentectomy. Pathological findings showed well-differentiated adenocarcinoma
with papillary growth mainly in the bile duct, and the tumor was diagnosed intraductal growth cholangiocar-
cinoma involving lymph node metastases (No.12b, 12p, 12¢) and tumor invasion to the gallbladder. The postop-
erative course was uneventful and the woman remains well and recurrence-free 7 months after surgery.
Key words : intrahepatic cholangiocarcinoma, intraductal growth, HBV
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